Polyagglutination is the agglutination by a variable number of normal sera of altered, defective or otherwise abnormal erythrocytes. This abnormalitymaybe due either to adsorption of extraneous antigen by the erythrocyte or to structural peculiarities of the erythrocyte membrane itself (Bird, 1971) .
In vivo polyagglutinability was first described by Levine and Katzin (1938) . The membrane determinant responsible was named 'T' by Friedenreich (1930) who showed that it was present in a latent form on all normal human erythrocytes and could be exposed in the presence of 'enzyme-producing bacteria'. It was subsequently shown that the enzyme responsible for T exposure was neuraminidase (Gottschalk, 1960) , which specifically cleaves N-acetylneuraminic acid (NANA) from the cell membrane and exposes ,B-galactosyl determinants (Uhlenbruck et al, 1969) . Erythrocytes which carry these determinants are polyagglutinable since anti-T is present in most human adult sera. A number ofsecondary serological characteristics are associated with T antigen exposure. Loss of NANA results in a reduction in the net electronegative charge carried bytheerythrocytes (Cook et al, 1961) and as a result they may not be aggregated by polycations such as protamine sulphate, Polybrene or polylysine which aggregate erythrocytes carrying a normal electronegative charge (Greenwalt and Steane, 1973) . Also erythrocytes carrying exposed T antigens are agglutinated by a lectin extracted from peanuts (Bird, 1964) .
Received for publication 10 June 1975 In 1972 Bird and Wingham described a new form of polyagglutination, Tk. As shown in table I, the serological properties associated with T and Tk polyagglutination are similar but notable differences are observed in the effect of papain and of protamine sulphate. Earlier this year a second example of Tk polyagglutination was reported . Preliminary laboratory investigations indicated that the agent responsible for exposure of the Tk determinant was probably the organism Bacteroides fragilis. A third example of Tk polyagglutination has since been reported Neat ( When only small numbers of determinants are exposed, the use of papain is necessary to detect them. By sufficiently increasing the site density of exposed Tk determinants, the erythrocytes may be agglutinated by lectin without the aid of papain. The addition of papain enhances agglutination, suggesting that removal of surface peptide facilitates the reaction with lectin.
Tk determinants are similar to but not identical with T determinants. Both have similar ,B-galactosyl determinants which are quite different from other ,B-galactosyl determinants on the red cell membrane surface (Pardoe et al, 1971) so that erythrocytes carrying exposed T or Tk determinants are agglutinated by the peanut lectin. However, Bird and Wingham (1972) 
